Fifty-nine patients had arteriography because of episodes of amaurosis fugax. Only one third of them had atherosclerotic lesions potentially treatable by carotid endarterectomy. Another third had normal arteriograms, some of these had migraine, heart disease or platelet disorders presumed to be the cause of their symptoms. Patients with amaurosis fugax are a heterogenous group, and their visual symptoms should not be considered a specific indicator of stenosis of the internal carotid artery. only one patient was younger than 39 (table 2). The right eye was symptomatic in 38 patients, the left eye in 20 and one patient had amaurosis fugax in both eyesThe number of attacks ranged from one to more than 100. All patients had recent symptoms before evalua tion, although some had been having attacks for more than one year. Eleven patients also had episodes con sidered to be hemispheric TIA, while eight patients had symptoms construed to be vertebrobasilar TIA. Five patients suffered previous strokes. Residual neu rological abnormalities were found in two of the five patients with previous stroke; the other 57 patients had normal neurological examinations. Bruits over the ca rotid artery were heard in 15 patients and were bilateral in seven. Three patients with retinal infarction had visual field defects. Cholesterol emboli were seen in six patients and a fibrin-platelet embolus in one. Su praorbital Doppler flow examinations were abnormal in nine of 40 patients and oculoplethysmography (OPG) was abnormal in four of 25 tested patients.
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Selective carotid arteriography and/or arch aortog raphy was performed in all patients. Stenosis of the origin of the internal carotid artery was found in 15 patients, while prominent plaques without significant stenosis or ulcerations were seen in eight. Two patients had stenosis of the external carotid artery without changes in the internal carotid artery and another had isolated stenosis of the ophthalmic artery. Complete occlusion of the internal or common carotid artery was seen in ten patients. One patient had kinking of the internal carotid artery and two had fibromuscular dys plasia.
In 19 patients, the arteriograms were normal. Identi fiable causes of visual symptoms in these patients in cluded abnormal platelet function in one, retinal mi graine in two and mitral valve prolapse in two. In the remainder the cause of the transient visual symptoms was not determined. Seven of these 19 patients, how ever, had atherosclerotic lesions in the contralateral carotid artery, innominate artery or in a vertebral ar tery. The patient with bilateral non-simultaneous tran sient monocular blindness had one normal carotid ar tery and the other had atherosclerotic plaques.
We visualized by arteriography and only 15 had carotid artery stenosis. A natural conclusion might be that the quality of our arteriograms might be responsible for the high incidence of negative results. With this in mind, we carefully reviewed the arteriograms of our patients and are satisfied of their good quality. The frequency of normal arteriograms in many other reports of pa tients with embolic retinal ischemic disease is higher than generally assumed; more than 10 years ago, Mar shall and Meadows reported normal arteriograms in 41% of patients who had amaurosis fugax and no other symptoms. 1 The presence of retinal emboli is not confined to patients with symptoms due to internal carotid artery disease and may represent atherosclerotic lesions in other arteries. 12 Mungas and Baker 7 found noninvasive stud ies unreliable in predicting results of arteriography in patients with amaurosis fugax. Our experience is in agreement.
Arteriography remains the single most reliable diag nostic procedure. While it is not without complica tions 13 and may fail to visualize small lesions or shal low ulcers, it is accurate in differentiating normal from stenotic carotid arteries.
14 Digital intravenous subtrac tion arteriography (DISA) is becoming a useful study in evaluation of the carotid bifurcation in patients with TIA. However this study (DISA) may miss the nonstetotic or shallow ulcerative plaque which produces symptoms, such as found in eight of our patients.
We concur with Lemak 
